Robinson et al. (4) reported normal activities of the mitochondrial enzymes citrate synthase, succinic dehydrogenase, and glutamate dehydrogenase from brains of children who had died with Reye's syndrome, and normal activities of citrate synthase, succinic dehydrogenase, and pyruvate dehydrogenase from muscle of children who had died with Reye's syndrome. The authors use these assays of autopsy tissue as a basis to propose that the ultrastructural mitochondrial alterations which we have described in brain (1, 3) and muscle (2) biopsies are either a secondary phenomenon or are "representative-of the same primary that occurs in liver mitochondria but without the same biochemical sequelae."
In our studies of brain biopsies from three children with Reye's muscle mitochondrial enzyme activity would reflect such selective mitochondrial injury. The uniform mitochondrial injury in a homogeneous organ like the liver would not surprisingly yield the result of enzymatic analysis found by Robinson et al. (4). Failure to find biochemical evidence of mitochondrial injury in whole tissue homogenates of autopsy tissue is insufficient evidence that neuronal mitochondria and skeletal muscle mitochondria are uninjured in Reye's syndrome. Electron microscopy of instantaneously fmed biopsy tissue may be a more sensitive indicator of injury to mitochondrial populations which are beyond the resolution of the whole tissue homogenate method.
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